LESIONS of the feet in patients with diabetes mellitus occur with such frequency that the metabolic disorder is generally accepted as a predisposing factor. Occlusive peripheral vascular disease occurs at an earlier age in diabetics and is by many regarded as the major cause of foot lesions. Others have considered sepsis as mainly responsible. After investigating a large number of patients with various lesions of the feet it soon became obvious that insufficient attention had in the past been paid to diabetic neuropathy as an important factor.
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Diabetic neuropathy is common in elderly diabetics because of the character of diabetes with onset in middle or later life. In the young the metabolic disorder starts acutely and treatment is soon required. In the elderly the disease is of insidious onset and slow progression, often remaining unrecognized for many years. There is time for complications to develop and elderly diabetics often seek medical advice not because of the classical symptoms of the disease but on account of complications of which neuropathy is a very common one (Martin, 1953a) . This rather than vascular disease is believed to account for the high incidence of foot lesions in elderly diabetics.
Diabetic neuropathy affects mainly the nerves to the lower limbs at their periphery. Nonmyelinated nerve fibres appear to be involved early (Martin, 1953b) which predisposes to excessive trauma and lowers tissue resistance. Neuropathic lesions are thus most common about the toes and the bones and joints of the feet.
Cutaneous neuropathic changes commonly start as blisters and the deceptive lack of normal sensation leads the patient to ignore the lesion and delay treatment until secondary infection has resulted in extensive inflammation. Yet if the spread of infection can be prevented, healing occurs as the blood supply is often quite adequate (Figs. 1 and 2). In their more advanced form the neuropathic changes give rise to Charcot joints. In 1951 Parsons and Norton claimed that fewer than Proceedings of the Royal Society of Medicine 18 22 cases of diabetic arthropathy had been recorded in the world literature. Yet the incidence of such lesions in the diabetic population attending King's College Hospital was 0-22% which suggests that diabetic arthropathies must be more common that the paucity of reports would lead one to suspect. Cases were reported of diabetic neuropathic arthropathies of the interphalangeal, metatarsophalangeal ( Fig. 3 ) and midtarsal joints with disorganization of the joints and deformity of bones, but no evidence of bone resorption or infection and often with ossification of soft tissue surrounding the joint space. Generally neuropathic changes are of slow onset and gradual progression eventually resulting in a deformed foot. Arthropathy may, however, develop rapidly with sudden swelling as has been described in the classical arthropathy of Charcot (Martin, 1952) .
The frequent association of cutaneous ulcers and neuropathic arthropathies has led a number of authors, notably Hodgson, Pugh and Young (1948) from the Mayo Clinic, to suggest that infection leading to osteomyelitis was the direct cause of the bone changes, independent of any associated nervous disorder. The denial of a nerve disturbance underlying the bone as well as the soft tissue lesion does not seem well founded, particularly as there is abundant evidence that damage to the nervous system does produce such lesions. Furthermore cases have been described with neuropathic arthropathies in the absence of skin lesions (Martin, 1952) .
The recognition of diabetic neuropathy as a major factor in the causation of soft tissue as well as bone and joint changes in the feet of diabetics is of the greatest importance. There is good reason to believe that damage to autonomic and nonmyelinated pain fibres occurs much more frequently in diabetics than the incidence of clinically recognizable peripheral nerve involvement would suggest (Martin, 1953a) . The presence of such nerve disease is believed to be basically responsible for a large proportion of the foot lesions in diabetics, and would explain the peculiar and chronic character of low-grade infection seen in the lower extremities of diabetic patients.
Purely neuropathic lesions are generally confined to joints and their prognosis as regards recovery is poor. However, most neuropathic arthropathies tend to become arrested and apart from the deformity cause little trouble. In progressive cases orthopedic appliances which prevent weightbearing and further deformity may become necessary.
Where neuropathic changes are associated with occlusive vascular disease the treatment must be guided by the state of the peripheral circulatloivand is the same as for cases with peripheral ischemia without neuropathy.
Recognition of diabetic neuropathy is most important where it has predisposed to sepsis in the presence of a good blood supply. The preseu ef nerve involvement modifies the character of the infection so that the changes found often appear most serious with extensive osteoporosis and apparent bone involvement. Yet as the blood supply is adequate, chemotherapy and local surgery, combined where indicated with peripheral vasodilator drugs, will often save a limb and leave a useful foot.
Perforating ulcers may present a problem, for although they tend to heal with rest, they frequently break down again when weight-bearing is resumed. This is due to faulty and often excessive weightbearing by the ulcerated area and experience has shown that excellent and lasting results can be obtained by excision of the metatarsal head in the base of the ulcer.
The most important principle in surgery of the diabetic neuropathic foot in the presence of sepsis is never to close a wound but to leave the area wide open. Secondary suture is often possible a week or so later. Primary sutures frequently break down with spread of sepsis which necessitates longer hospitalization, often further surgery and may even endanger the limb.
With experience in the treatment of foot lesions in diabetics many more limbs can be saved which otherwise would come to grief.
